Introduction
Intraoral infections with herpes simplex virus type-1 (HSV-1), such as the. herpetic gingivostomatitis and the herpes-labialis, were well-documented as primary and recurrent lesions, respectively (Pindborg, 1973) . Since Griffin (1965) identified recurrent herpetic infection of the oral mucosa, many such cases have been reported (Weathers and Griffin, 1970; Southam, 1980; Kabashima, 1984; Kameyama, 1987) . However, in the vast majority of cases, herpetic lesions were principally localized on immovable mucosa, such as the attached gingiva and hard palate. Only one report has described a herpetic lesion on the tongue (Kabashima, 1984 Case 2: A 45-year-old woman came to our clinic for examination of contact pain on the left dorsal side of the tongue. A cluster of vesicles with erythema was identified on the left dorsal side of the tongue, and soreness was noted (Fig. 2) Specimens of both cases was collected on the day of the visit to the clinic by wiping the lingual ulcer with a sterile periostial elevator. The saliva was suspended in 2 ml phosphate buffered saline (PBS) supplemented with 4% bovine serum. Serum was also obtained on the first day, in order to test for the presence of HSV-1 antibody.
Cells: GMK (green monkey kidney) cells cultured in Eagle's minimum essential medium (MEM) supplemented with 10% bovine serum were used for the isolation and assay of the virus, and for antibody titration. 
Result of isolation of HSV and neutralizing
antibody titer taken to be the neutralizing antibody titer (Elion, 1977) .
Results
Viruses isolated from both cases were completely neutralized using HSV-1 specific antiserum, but not using HSV-2 specific antiserum. Thus, the isolates were identified as HSV-1. The neutralizing antibody titer in case 1 was 640, as confirmed in 2 trials. The neutralizing antibody titer in case 2 was 160 (Table 1) Southam (1950), and Kameyama et al. (1987) have also reported cases of intraoral HSV infection. In each of these reports, the site of infection was either the gingiva or the hard palate.
Thus, HSV infection of the movable oral mucosa has not yet been reported, with the exception of a study by Kabashima (1984) , in which one case of HSV infection on the movable oral mucosa was briefly recorded without detail.
Due to the rarity of HSV infection of the movable oral mucosa, local development of the lesion on the fixed oral mucosa has been considered to be a definitive characteristic of recurrent intraoral HSV infection. However, since the stimulation-of nerve terminals has experimentally been proven to influence the reactivation of HSV (Openshow et al. 1979) , limiting the site of recurrent HSV infection only to the intraoral fixed mucosa lacks rationale.
Although a typical characteristic of recurrent HSV lesions on the intraoral mucosa is a cluster of small (1mm in diameter), shallow, circular, red erosions, the recurrent lesions identified on the tongue in the present study presented somewhat differently. This may be due to the high mobility of the tongue, which crushes the blisters into an erosion at a very early stage, naturally resulting in a secondary infection that follows the anatomical shape of the lingual papilla. This process has been described by Kameyama et al. (1987) as follows: lesions on the gingiva or palatal mucosa change over time. At an early stage, the lesion features a clustery, small, circular erosion, gradually fuses into a gourd-shaped erosion, and finally develops into an irregularly-shaped erosion. In the case of the tongue, the same process is thought to occur more rapidly due to high mobility. In the present study, observation revealed irregular margins of the erosion, indicating the fusion of small circular 
